A male infant with congenital diabetes m1llitus died on the 3rd day of life. No recognizable islet cells were found in the pancreas at necropsy. A male sib probably died from the same condition, which is hitherto undescribed.
The infant was born after an uneventful pregnancy of 39 weeks' gestation and a normal vertex delivery. His mother was quite sure of her dates, but the child weighed only 2-13 kg, measured 39 cm in crownrump length and 50 cm in crown-heel length, and had a head circumference of 33 cm. He was wasted and covered in meconium, and had an Apgar score of 6 at 1 minute. Within a few hours he had respiratory distress and it was uncertain whether this was due to meconium aspiration or hyaline membrane disease but air entry and chest x-ray were normal. Blood gas analysis at the age of 5 hours gave Po2 64 mmHg (8 5 kPa), Pco2 30 mmHg (4*0 kPa), pH 7*35, standard bicarbonate 18 mmol/l (18 mEq/l), and base deficit 7 mmol/l (7 mEq/l) indicative of a mild metabolic acidosis.
He was treated with vitamin K, penicillin, kanamycin, and 10% dextrose (3 ml/h), and small amounts of sodium bicarbonate. However, at the age of 12 hours, though apparently better and accepting small tube feeds of half-cream milk, he still had deep respirations at a rate of 60-80/min. Repeated acidbase estimations showed an increasing metabolic acidosis and at 24 hours Pco2 was 19-5 mmHg (2 6 kPa), pH 7 24, standard bicarbonate 13 mmol, and base deficit 18 mmol/l. In spite of further sodium bicarbonate the picture was virtually unchanged at 36 hours. At this time the urine was found to contain large amounts of sugar and acetone. Dextrostix indicated a blood sugar level above 22 mmol/l (396 mg/100 ml), subsequently measured as over 40 mmol/l (721 mg/100 ml). The infant was then given 2 units of insulin before transfer to the University Hospital of Wales. On arrival he was both acidotic and dehydrated with hypotonia, rapid deep respirations, and a poor pulse volume. pH was 7-21, Pco2 18 mmHg (2-4 kPa), Po2 86 mmHg (11 kPa), standard bicarbonate 11 mmol/l, and base deficit 20 mmol/l. Blood glucose was now 28 mmol/l (505 mg/ 100 ml). He was given a further 2 units of insulin and rehydration was begun but he suddenly collapsed and died, aged 40 hours.
Postmortem and histological examination
The body appeared dehydrated and lacked adipose tissue. The trachea and the lungs, which together weighed 33 g, contained blood and showed patchy collapse, haemorrhagic consolidation, areas of hyperdistension, and contained numerous epithelial squames. The dilated heart (weight 12 g) showed slight fatty change and a probe-patent ductus ateriosus. There was some blood in the stomach and small intestine and the liver (weight 90 g) was enlarged and showed fatty change. The thymus showed cellular depletion and the brain (weight 367 g was somewhat oedematous, but well myelinated.
The pancreas appeared normal in size and consistency. Sections through the head, midbody, and tail showed normal exocrine elements, though the ducts appeared to be dilated, containing some eosinphilic material. The perilobular connective tissue was prominant, but recognizable islets of Langerhans could not be found (Fig. 1) . A number of bizzarre, well capillarized lymphoid aggregates of various sizes were present within the parenchyma (Fig. 2 ). Some cells in these appeared finely granular, suggestive of endocrine cells, but special staining for ao-and ,-cells and for argyrophilia was negative. In addition, there were spaces within the parenchyma containing a few loose 'connective tissue cells', which might represent former islets. Insulin was estimated in the pancreatic tissue which was found to contain only 54 IU/g while two normal control pancreases removed from infants dying at 24 and 28 hours each contained in excess of 2000 IU/g.
Family history
The first child of these parents was a male, born 8 years previously, weighing only 1 -6 
Discussion
This infant had congenital diabetes consequent upon extreme involution, or complete absence of pancreatic islet cells. The slight trace of insulin present in the pancreas at necropsy was probably derived from the insulin administered therapeutically and contrasted with the abundance of insulin found in the 2 control pancreases. The relatively few bizzarre lymphoreticular aggregates and the 'spaces' may represent remnants of islets, and may indicate an extreme form of the normal involutionary changes in the islets seen in the newborn fetus (Emery and Bury, 1964) . Alternatively, the appearance somewhat resembles those of insulinitis of juvenile diabetes recorded by Stansfield and Warren (1928) and LeCompte (1958 (Black et al. 1972; Kirkland and Kirkland, 1972) in measuring BP showed that the method was fairly accurate and correlated well with direct intra-arterial measurements (Elseed et al. 1973 The variance ratio, against the residual (i.e. baby x day x time) for baby x day was 1 70 (P0 005) and for baby x time was 1 85 (P-0.025). The variance ratio (against the baby x time interaction) for time was 2 72 (P 0 1). Thus the baby x day and baby x time interactions seem significant.
Three main sources of variation have been isolated (estimates based on the Table omitting one observation). (i) Between babies-estimated standard deviation 6-4. (ii) Variation due to the differing patterns over days-estimated standard deviation 6 * 9. (iii) Residual, within-baby variationestimated standard deviation 11 -6.
The effect of birthweight has been examined. There does not seem to be any clear relationship between birthweight and mean blood pressure.
